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[ ABSTRACT] Aim To investigate whether hydrogen sulfide (H,S) alleviates endothelial cell hypoxia/reoxygenation
(H/R) injury by upregulating the expression of WD repeat protein 26 ( WDR26). Methods Human umbilical vein en-
dothelial cells (HUVEC) were cultured in vitro under hypoxic conditions (5% 0, , 5% CO, ) for 16 h followed by reoxygen-
ation (20% 0, , 5% CO,) for 3 h to induce H/R injury. HUVEC models with WDR26 gene knockdown and overexpres-
sion were constructed using lentiviral transfection technology.  The content of malondialdehyde ( MDA) was detected by
colorimetric method and the cell survival rate was detected by CCK-8; the content of reactive oxygen species (ROS) in the
cells was detected by immunofluorescence method; the expressions of WDR26 and apoptosis-related proteins were detected

by Western blot; the contents of lactate dehydrogenase (LDH) , intercellular adhesion molecule-1 (ICAM-1) and endothe-
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lin-1 (ET-1) in the cultured supernatant were detected by ELISA. Results The exogenous H,S donor NaHS could in-
crease the survival rate of H/R endothelial cells, reduce ROS and MDA contents, and thereby alleviating endothelial cell
damage and oxidative stress response ( P<0.05 or P<0.01). NaHS could increase the expression of WDR26 protein ( P<
0.05).

crease the expression of apoptosis related proteins Caspase-3, pS3 and Bax, thereby reducing endothelial cell damage and

Overexpression of WDR26 could increase the survival rate of H/R endothelial cells, reduce LDH content, de-

alleviating cell apoptosis; on the contrary, inhibiting WDR26 expression would result in the opposite effect ( P<0. 05 or P<
0.01). NaHS and/or overexpression of WDR26 could increase cell survival rate, reduce LDH, ICAM-1 and ET-1 in the

cultured supernatant, and thereby improve endothelial cell function; overexpression/inhibition of WDR26 could enhance/

1047

weaken its protective effect (all P<0.05).
effect is partly dependent on upregulation of WDR26.
[KEY WORDS ] hydrogen sulfide;
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Figure 1. Changes in related indicators of H/R endothelial cells after treated with different concentrations of NaHS
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Figure 4. Effects of WDR26 overexpression/inhibition expression on H/R injury in endothelial cells
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Figure 5. Effects of NaHS on H/R injury of endothelial cells through upregulation of WDR26
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